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[ Abstract] Objective To explore chronic hepatitis B virus genotype and its relationship with the curative
effect of interferon. Methods 62 patients were randomly divided into treatment group and control group. Patients
in control group were given the conventional treatment of liver protection. Patients in the treatment group were given
5 million units of interferon—alpha intramuscular injection treatment, besides the conventional treatment. All

patients received hepatitis B virus gene type determination, then the interferon—alpha therapy effect were compared

between different HBV genotypes. Result

difference between patients with hepatitis B virus genotype (P < 0.05). Conclusion

hepatitis B,

The interferon—alpha therapy effect had statistically significantly

In the treatment of chronic

determination of hepatitis B virus genotype has significance in promoting interferon—alpha final

treatment effect. In addition, the results still need further investigation.
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AR, ARHEAS R B H DK B E T RELP 430 AR
E HBV B, Hirp ¢ 8 (Sty T E§Y) A B% 253 bp
K 332bp) , BRI (Bsr 1Y) A Bt 126 bp K& 459
bp) . UrAMEAZRDEELE —IK, DIREIEN
TPELE A A e & B R 4 T &4
1.3 BIFAHE

W 62 A7 B BEBL A SRR T LRI RRAL, T
SE YA 31 . X REALAY B S A R
TBIT. IR LLRRE WIAEH R BRIIR 7 0 i L
AT 500 1 U TR R o WLRTESHETT, 3K/
Jil, 6 N —yr R

FIME o WITITHINPEREFRAE. HBeAg I 5E
SR VE LT ST E NI R E S H AR, A
WFFEK BB B TR IRIT R o M e e g .
Y. JCNEZ 3 Fh. HBeAg B . HBV DNA Bf
MARAE 0, NARFZEE (ALT) IE% e IEH{E
BRA 1.5 REEN . R R B S
KT RBEIRIT R E RN, Sl A8 vk 2 AU
& B 1) HBeAg FHYE . HBV DNA B &5 2458 ok
A NEBRFERN (ALT) A B SRR ok
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Tab. 1 Comparison of HBV genotype and serum HBV DNA levels

FLIR B n HBV DNA (X%5) HBeAg FHE (n) HBeAg FHHR (%)
B 31 58+14 18 55.56
C 25 59+14 15 60.17
BC 5 57+04 5 100.00
HoA,
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Tab. 2 Comparison of interferon a between chronic hepatitis B and C genotype (n)

S [H R n SERNE GipnEs PSS AHHCE (%)
31 16 8 7 77.42°
25 9 5 11 56.00

B
C
5 CREHAILAEL, "P<0.05.
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